He agreed with Dr. Critchley as to the relative frequency of these two types, and that cases of delayed cortical atrophy were the commoner. The description by those who originally noted the condition-Marie and his colleagues-was of a disease which was a system degeneration, certainly not of a kind which might be expected to result from arteriosclerosis. A high proportion of the cases however appeared to have a systolic blood-pressure of over 200 mm.-higher than could be accounted for by the fact of the patients being in the later decades of life. [Dr. HALL: The blood-pressure was not increased in this case; it varied from 140 to 150.] The PRESIDENT said that he had had an unusual case with similar symptoms-namely a gross form of dysarthria, a gross intention tremor, and inability to stand alone. After a very severe heat stroke, which was just not fatal, the patient was comatose for about a fortnight, and the cerebellar symptoms appeared on his return to consciousness. During the eight years in which he was under his (the President's) care, the condition did not progress. It was the only case which he had seen of cerebellar symptoms occurring after heat stroke.
Dr. RUSSELL BRAIN said that he had seen the patient to whom the President referred, in the Star and Garter Home from time to time. He was still alive and the condition was stationary.
Cerebellar Ataxia of doubtful IEtiology.-C. WVORSTER-DROUGHT, M.D. J. T., aged 70, complains of tremors of hands and head, difficulty in speaking and uncertainty in walking.
History.--Tremor of hands started about twenty years ago; shortly afterwards speech became slurred and patient gradually lost vision in left eye. The tremors abated after about one year, but returned eight years ago, at first in a lesser degree, but they have become steadily worse ever since. No previous illnesses of importance. Present conzdition.-Pupils both small, but right slightly larger than left; right reacts normally to light and accommodation. The left eye has a cataract. No nystagmus; speech hesitant, tremulous, and punctuated. Tremor of tongue on protrusion. Sensation normal. Tremor of head and arms with very marked intention-tremor of both hands.
Arm-jerks brisk and equal. Knee-jerks present but very sluggish; ankle-jerks not elicited; plantars flexor. Abdominal reflexes moderate and equal. Gait fairly steady but balance easily upset. Rombergisms slight. (On admission to hospital in December, 1931, he walked on a much wider base with a tendency to reel; both gait and tremors have improved considerably.) Sphincters normal. Heart not enlarged; sounds faint. Palpable arteries in good condition. Blood-pressure 140 systolic, 95 diastolic. Other systems normal. Cerebrospinal fluid: One lymphocyte per cmm. Total protein 0'03%, globulin no excess, Wassermann reaction negative.
Lange 0111000000. Blood: Wassermann reaction negative.
Commentary.-The fact that the condition began twenty years ago and that the patient's arteries are in good condition would exclude the diagnosis of senile tremor. Three possibilities remain:
(1) Delayed cerebellar (cortical) atrophy. This condition is practically excluded by the fact that there have been definite remissions, one of which, as regards the legs, has occurred while the patient has been under observation in hospital. Delayed cerebellar atrophy is a steadily progressive disease and the legs are usually affected some years before the arms.
(2) Familial tremor. In many respects the condition resembles that of familial tremor. The patient knows of no other case in his family; he has, however, lost sight of most of his relatives.
(3) Disseminated sclerosis occurring in old age. The absence of any evidence of involvement of the pyramidal system after a period of twenty years would seem to exclude this condition. It is possible, however, that the disease is limited to the cerebellar structures; also the occurrence of remissions is somewhat suggestive.
Discussion.-Dr. MACDONALD CRITCHLEY said he thought this condition was delayed cerebellar atrophy, despite the story of a remission; the symptoms and signs in other respects were typical. He did not think it could be senile disseminated sclerosis. The question whether it might be familial tremor was of great interest, as there was an increasing bulk of data to lead to the belief that the frontier between the cerebellar atrophies and the essential, familial and senile tremors was a slight one. He, the speaker, believed that one condition merged gradually into the other. Minor had pointed out two interesting points about the families of patients with familial tremor. The first was that they were always prolific, and the second that they were long-lived. This patient's mother was still alive at the age of 102.
Dr. C. P. SYMONDS said he would have thought this case belonged to the familial tremor group, since a characteristic clinical feature of delayed cerebellar atrophy, or senile cerebellar atrophy-a better term-was that it began in the lower limbs, the involvement of the upper limbs being a much later event. In these cases the first complaint was of the supposed drunken gait. He did not know how far the patient's memory was reliable, but he said his difficulty in writing was noted thirty years ago, and that was much more suggestive of familial tremor than. of senile cerebellar atrophy. Ancther point in favour of his suggestion was the tremor with the hand outstretched.
With regard to the ankle-jerks being absent, and the knee-jerks feeble, Dr. Denny-Brown and he, the speaker, had seen a case in Guy's Hospital in which there was a tremor, comparable with this, and a family history of tremor, with absent knee-and ankle-jerks. He did not know whether this feature had been recorded in cases of familial tremor; it was new to him. The patient to whom he referred was aged 55, and had had the tremor for many years, his hands becoming progressively worse. His sister had tremor of the head.
Dr. WORSTER-DROUGHT (in reply) said it was very difficult to obtain an exact history. He agreed with Dr. Symonds that the ataxia of delayed cerebellar atrophy began in the legs, but that was not so in this case. When the patient had first come to hospital he had gross ataxia, walking on a wide base, and he could scarcely walk unaided; in this respect, however, he had improved greatly and such improvement, he (the speaker) had never known to occur in cases of delayed cerebellar atrophy. Visual acuity: Right, s'u; left, A. Fundi: Right, disc pale; retinal vessels much reduced in calibre. At the macula a circular white area of degeneration, surrounded by a zone of pigmentary disturbance, was evident. Around this area the atrophic retina exposed the choroidal vessels, especially below the disc, and in a circle around the disc and macula a zone of "bone-corpuscle " pigmentation was present. Left: Similar in appearance; the circular white area at the macula, however, being absent. The manner in which the pigment lay along the veins was striking.
Cerebro-Macular
No other abnormality was detected upon examination. The cerebrospinal fluid was normal.
The patient is the eldest in a family of four, two of whom have been examined and found to be normal. He has been married three years, and has had no children, for which there is no obvious reason. He told me that his father's sister's eldest son, aged 19, is suffering from a similar condition; he has lost the sight of one eye, and the sight in the other eye is beginning to deteriorate.
